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Abstract: Metabolic associated fatty liver disease (MAFLD) is a chronic liver disease with a rapidly increasing incidence rate
worldwide, and its complex pathogenesis is closely associated with O-linked B -N-acetylglucosamine (O-GlcNAc) modification. As a
dynamic and reversible post-translational modification of proteins, O-GlcNAc modification is mainly regulated by O-GlcNAc transferase
and O-GleNAcase. O-GleNAce modification can drive hepatic steatosis, exacerbate insulin resistance , and impair mitochondrial function,
thereby leading to the aggravation of metabolic disorders, promoting inflammation response, and driving the progression of MAFLD to
metabolic associated steatohepatitis and hepatic fibrosis. This article systematically reviews the latest research advances in the role of
0-GleNAc modification in the development and progression of MAFLD, in order to provide theoretical support and research direction for

a deeper understanding of the pathological mechanism of MAFLD and the development of effective therapeutic strategies.
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AR 35 AH ¢ B 107 HE I 9% (metabolic associated fatty
liver disease, MAFLD) % Wi 1L il &2 2% , ¥ M g B AR 25
L B 5 2 AT (insulin resistance, IR) AL A 1S
PESNE S Z B R A AR ARk, 8 1 A
Je A MR V842 240 B A RN A 5% S B9V T 45 52 3
KA, JuH R O- % ¥ B -N- & Wk A5 %5 b e v 2 Ak
(O-linked B-N-acetylglucosamine , O-GleNAe) &1 1E H—
Fhah s T 8 H B I 2, 7 MAFLD B8 & AR K S
w4 T B PR L O-GleNAc 64 1 76 25 1
JoT HY 22 2 TR B 24 R % Ak b WS I N- & Tk 4 4 W Jie
(N-acetylgluco-samine, GleNAc) , SEEUG £ F BehaseE P il
TR Tl ST S 1 AR VR IR VRIS (S A
EIRBIHCRAS AR 2% 2, HOIE PR —R-N-
Z. Tk % B B¢ (uridine diphosphate N-acetylglucosamine,
UDP-GleNAc) B9 AL AR T CORERE A W 15 R A% 12
BRG THANE AR B CBERE A KR =R
AR T 13 O-GleNAc 181 BE 96 K i Sz w41
HL A AR PR A . R, AR SCR GE BB O-GleNAc & 1
TE MAFLD H T 58 30E Ji& | R0 H G B 53 1 e £ 5 %
AR I 285, LA T R ORI PR (B

1 O-GleNAcEIFR A FEMSAEVH

1.1 OGlcNAc # # B 5 B F B e & M5 3t
0-GleNAc # #2 Bt (O-GleNAc transferase, OGT) F1 O-GleNAc
BE A B (0-GleNAcase, OGA) 2 4H il Py 11 T¢ 2 25 9 12
O-GleNAc B HEAVIE AN EE . OGT 1 531k GleNAc
BEAT o B-O-F i 4 B ML AR 1 19 22 E IR 8 ) R Gk 2k 5
FHIZ , OGA T SR ZAE i R U BB RR . @l
[, 4E5 40 4 O-GleNAc 7K -1 3 28 A, X — 3k
FEXT AN AT 545 T G Sl R ke e 1k e fg i AR
SEL R AEPRIIREZE CEE D OGT F OGA fYT% M 2
5 2R S IR G LRI AE PRI b 2R A T MR
AL LA P

1.2 O-GleNAc #4689 & 4 i 5 4 F % 0-GleNAc &
M — B0 AT AE T AN 20 B S AR AR B Y
AN BT . O-GleNAc 1640 [i] (1) IS ) 00 45 55
SRR G B R (B39 R A1 AR
il LA R 20 T A5 5 G RNEE M 2 A 4510 B i
TR RRR SR A T A SR AL X O-GleNAc &
TR 1) 6 AR A TN R e AT . X S R R SR
KEETE T XA R4 LR 20 i 25 80 v O-GleNAce 2 1 1 F
FERCFE . BN, FI FHARMER TR Y O-3% 42 N-Z B AR /K

fiff Tt 58 A0 VAR SRR S SRR RE , T AEAS [ 21 2k 4 A 2
RIS O-GleNAc 2 1Y 130 80 48 A 1 40 AT, 487
TR AR O R i S5 22 R AL 4R B I A
FESETS

O-GleNAc B 1Y IR Bk 2552 OGT F1 OGA 1Y
SEFRRTE | R F R LR 445 A S 4 AR SR 25 1 3
[ . Hod, 4 AR HHIR S XF O-GleNAc &1 IS 4%
BAT SV o O-GleNAc 164 w25 B 4 1 T s 4 it
& UDP-GleNAc, 1 UDP-GleNAc B4 1852 4 45 1 A 2
T i 2555 77 400 50 %) ARk 7 R 240 B R RS R T S . Y
0 R e R SR SN, O-GleNAc B i 7K1 5k
TR B 0 A 28 R A R B = A 0
B, FERR A ALV IR A T, O-CleNAc 181 7 2l
AR ORGSR TR, T S 5 AR AR
W g AR SRR N B R R R . KRR )
HERY SR 8 0-GleNAc 18 B H 40 il 33 1 BF % A5
PR AE RS 1 ML

2 O-GleNAc &5 MAFLD B IR FRiE4 i 89 £ Bk

21 M B EAZ T A% X E G 0-GleNAc 5 4
0-GleNAc & M f& — Fp 5 %2 1) 25 14 5 B IR 5 181 L 78
MAFLD AH G0 IR Hh A4 G 54 E (&1 1) o #F9RIIE
ST MR 5 ZE A A B P R DGR 1, IR R A2 AR 1
12 25 H 4B B (protein kinase B, Akt) /& O0-GleNAc &
MBS o WHIE R, R R Z Y 1 7E Ser1 101 7
JBE S R 2K Y 2 76 Ser1 149 137 15 Y O-GleNAc f& i
IRV T e i e A5 5 B O D B BH Az 48 . LA
T 5 O-GleNAc B4 (14 1 5 7 1l 1 300 4 25 1 1Y) IS e R o 1R
b, BETTHISS T 166 5 2455 0 Mlitfe 2, & S804
BERICR A 32 B, AR T IR i e 2 L b — 2
(14 S B AF 5 R FH 3T3-11 A 7 20 A 780, 4 B9 2 2
AT W 2 B T A PN AR T O-GleNAc B i K, JF:
53 IR AN o1 R % 2 Y ik shRNA T4 OGT 2
80 O-GleNAc & i J5 , 4N 4 TR B4 A5 L 5% | B
e SR O-GleNAc FIB A T W REMK A I 5 R A5 5
FOREURIE >, OB IR O-GleNAc M AR (Y 45 5
FA5 5 IR T R IR, 3 T B 1 9 Y 40 R
L, 2 s i s RIS . IeAh BRI R B,
M OGT B [ 2 o 58 X Sl I3 TG 1f, W] I 28 1 90 AKT /Y
S LR BERR AL TR 8 R A5 S P x—%
R PR O-GleNAc 81 4] [ 5 2205 53 % 2 ) R S 1
PHE R T S
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UDP-C-ilcNAcI HREFO-GlcNACIE ! HAAZEHO-GIcNAC
|
0-GlcNACTBER ! 1
OGTioGA SREBP-1c/ChREBPEGE  NF-kB#E ECTERY)  IhE  BREA
_%Ega O-GICNAC{%ZTFE IHHEBEE?EP E_Lﬂﬁ[ﬂ‘rﬁ'J Erﬁ
v : 1 ERAEMERRE!  RERFREL l
IRS-1/21&14f FASN{&'fh ROSF=4 BE LRHABRSZE
Ser1101/Ser1149 serl483 A
! { 2DE@MEBAC S
Aktiéiiﬁ E‘a‘ﬁléﬁﬁ | L
[ BEHIRER
' ." '70 7.'77 /
o ,’/ 15%~25% ' 7%
P G y ”’ - -
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TE:HUP, CHHE A 8 GR AR ; UDP-GleNAc, BRE —BiR-N- LI ; O-GleNAc, - 42 B-N- S A 45 BBl 564k ; OGT , O-GleNAc e B it 5
OGA, O-GleNAc Bl TRS-1/2, 6 5 R 32 AR 1/2; Akt 25 (I3 B; FASN, IR IR & W s SREBP-1c, (S Y5O0 F45 4 2 A 1c; ChREBP, BiK
A N B TS A B 11 s NF-kB, B H 5 kB ECT, i %355 ; ROS Tl HE 4L
1 O-GleNAc f&1fi#e MAFLD i #LH Z54¢
Figure 1 The mechanism changes of O-GlcNAc glycosylation modification in metabolic associated fatty liver disease

22 O-GleNAc #5455 &) H #ARMFEAF - GleNAc {2 1fifE
JAE R A RIS R R SR . O-GleNAc f8 i £
S VA TR A A AR R SR DG TG PRI RS
BRI B AR S . BFEERIT, OGT Al OGA 3R]
HEFFAMIIN O-GleNAc B i K-V sh 2517 . %
O e A W) 6 G 1% 2k O-GleNAc &4 $2 415 I 4 UDP-
GleNAc, fill O-GleNAc &1 22 5t s A AL X 5 SRR 1 )&
TR LR . A, O-GleNAC I MY 53 isaT 40 i) 25
P RS 45 5 0T I S A S PR Tt IR 0 52 T T PR R A Tty
FOSEE DR ST, SRR PR 1 R o RO 2B b,
O-GleNAc MR FEME Ak iR H —BERR TS b 1 5 1 Tt
(adenosine monophosphate-activated protein kinase, AMPK) %%
T S AR T () T e P A A MR
AMPK ) O-GleNAc &4 m] #1) FLwA R K, ARG
P, TS AMPK AR RO DL REAE T . X — L 2 AR
IR F G 15 7 25 A0 i 52 b A BAE 5 o — 2
O-GleNAc ABMA IR 14 L 38 AT 20 H A E M AT
AN E L, TR 2220 RS A i A e

3 O-GleNAc &1 5 FFRERS B 1 = EL

3.1 Ji§ M BR 4 BE (fatty acid synthase, FASN) % J

O-GleNAc #4545  FASN H 42 SRR I K& Bt 72,
FLTEPE RN TR AT X e RE AT AR AR S AT Yo MR
5T W], FASN 43R5 R BE5Z 3] O-GleNAc &1 (1)
2w OGT fig'5 FASN 15 8 40 T /R 1, 9 8 i
O-GleNAc B i FASN 4 37 #i 2 iR 48 15 1217 R it/
SRR . X — B TE T FASN 2 M 0 E e Ak
KV A TR TR A, HE S F RS D7 A8 7 A 400 A
JF 9 A AR 0 b FASN 5 OGT 7EAE L@ v, H — % A AR
HAE I BE 40 AR I sh ARk . HAh, FASN 1 O-GleNAc
MR & LR &, SR LR R M . PRk
P, FASN 7 S1483 {37 25, f) O-GleNAc &4 & k) T H:
1 RACKRf, R R VR | 1A 2 A0 A AR
Fo E AL o 2 T B ] OGT 16 MEmT, FASN ()3
IR ARG T A A DG 6 R I 2 T 0, S SO AR 5 DL
/D, FE— 2 UESE T 0-GleNAc B i 7 842 FASN KT
JIERE 17 A3 v ) S BEVE T . i — 2D LRI D SR 48 7
FASN (] O-GleNAc & i £ (41 T980 45 ) Xof H: IV 24 ifd 7
B RAMTE B R R e PR S AR TG R B O
XA R AR £ S BUFASN Y R IK T LA RE T R
W, 5% TR0 200 L 1) 26 A7 RE 1 A AR RS (AR R
J&, 0-GleNAc B i AN UGE 2 ELHEEAEH T FASN 5210 i 5
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AR, 5 TR UE Sl AR AR BAE R
B IE 2 5 B [ ——FASN 3 4 48 F+H {2 i#F OGT 3 ik &
O-GleNAc ik, i — L BTG RN E R WEAGS A
MESRAR BT A . X —HLHI 278 O-GleNAc B i X FASN
(R IR FH A ST IE i S A 25 L A RS A R A e
T A B . FES PSRRI RFEAS o FASN 13
IKIKF5 O-GleNAc B MR B 52 IEAR G, MAFLD f845 B/
RS 7T I 7R O-GleNAc 18 1 il FASN 3 3k ¥ g 2 7
212 I OGT 0 30 ST IR S5 OGYT 5 P il , T
A RBREAR T ERS 36 BUANAR 5 TORR , 2 BHE ] O-GleNAc
&4 EE A MAFLD S5/ Qi A H 0 B e ms .

3.2 HARRS AR AR X & G 69 O-GleNAci&4h  TF5T 0.
7, B85 BEVE 1T JCESS A B H 1e (sterol regulatory element-
binding protein 1c, SREBP-1c¢) J2& ¥ i i A4 il 3 K 26 35
A0 S PR, JLTE M A2 B SRR S DA S 2 P 53 1
W, O-GleNAcIEMRENEH 1T SREBP-1c AR 1Al
S R332 152 e i U7 1 R H I =R 1 B L R
AN, 2 EE G A 3R AL (acetyl-CoA carboxylase, ACC)
VE R B R A5 40 6 I 1) BRI, JHL T M A A 32 W R L 1A
¥, 1% 5] O-GleNAc M B R2 0 555 i 1 £ sl A i i
3% AT H2 7 AP AE ACC 9 O-GleNAc & 1fi K F |, I B A%
ACC Y BERRAL KT, U8 D7 12 A5 i3 i R i o AR 22
= BT 25 F W, 0-GleNAc & 1fi 5 AMPK/ACC
15530 s Z M AF B VI A EAE . 7ER IR R,
O-GleNAc 1B 1ik455 , 530 ACC BEIR L /K- T B, N8 17 R
A AEPER N . 245 O-GleNAc B4 4 5 7 it , AMPK
FACC I BEIR AL 49 W 4. X 45 427, O-GleNAce
AB A 2oF 971 ) V45 AMPK/ACC 38 8 , AR HERS BT & . 3%
T A6 VA8 52 ) Ak 4 DG 2 11 (A Perilipin 1) 19T BE, 7T 14
T i B A5 43 ik, DT X 2 B i 4 4 i R
AP B EHARE M, ACC I O-GleNAc &
T ANASC R Wi LG 2, 38 0T e 3 o el A8 LR AR s e A
AR E 7, 1L PR B AR ) S AP

4 O-GleNAc &4 5 BT RIER 8 R M

4.1 KA F B4 0-GleNAc 42 0-GleNAc B i
FE 08 2 A5 IR 5 22 Fh AT 15 538 % v A0 G B S I 1
il an , 78 v B RO B Hh T kB (nuclear factor
kappa-B, NF-kB) & H I i NF-«B 3 g g W7 36 ¥ &
O-GleNAc &M, iZ B i 38 T NF-kB A5G S 36 P AN
A28 5 T O-GleNAc &1 fiE 1% i 258 55 NF-xB
(9035 e S 2 I 2 o AE N B L, O-GleNAc 7K F-

T R TTROE ANHAME  E  E  p38 2 TR AL R
P AN 5 7 5 A B SO T 3 B RIE (R 5 0 T
PR BEJSAE R T A58 117 OGT 1 63k U REASHM il ix L5
S BRI TR 20 K22, R B R,
0-GleNAc IBHTE S AEAF 5 P45 v A B m 55 7 77,
AR FH AT BEARHS T 240 MO 2K B0 TR BE R B B . 7E
MAFLD ZAR G b, OGT 38 128 345 T4 i 73 b A1
=K T 2 (trefoil factor 2, TFF2) 1335, /> S AT 40 il 5
oS A0 M 155 A2, DT 6 P U i R 2 A e
42 O-GleNAc 465 AT E v i oh 4 HTE W 20 a1
Ry I TR G 3 B A58 A2 0o R 2, AR AR S B 52 T
JHFIUE 98 AE S 07 () iR J3E A BT o 7E MAFLD S i Jgaok 7%
rh, A MY (fiE 5 ) 5 M2 B (LB 52 )
AR 25 A A, 2 R E 15 22 T 20 8L 90 473 ) 5 ML
O-GleNAc 1B M RS JE 45 CHR5 541 116 1 , 2 1T 52 1)
5 I 200 i ) MLT 789 8 M2 2R P e Ak i ), 250755 FIE Ay
RAEMIREE L MAFLD 539, B8 07 o B AT 7% & T
20 7 38, T B O-GleNAc B4 K - T, Hoax — 7484k
BN 5 RAE BN 30 B UIAH 5 . A, = KT )
O-GleNAc &1 g i 5 Ho Al B2 5 1810 (i iR 1k .12 %
b CBRA RN B AL ) A0 BAE T, SRR RS — R85 R
KBS SEHE . F40, 0-GleNAc &1 ] §0 NF-kB 45
SR S T 1T M A1 HE R E P Tk R e 3k HE TR
M) 5 1 4 ) A8 e A 1, 46 8 4 0 SRR 358 1 O ok, o
JF L5 . FEiX —id BT, O-GleNAc &4k i i 5 4
AR V8 A T A ek AR IR ) A R 38 3 58 A8
J N7 AR A0, E— A S AR IR A

5 O-GleNAc &5 &M TheE RS

UEAE R, Bl 2 TR AR (k2 | B 92 3% % 4ol R 2
1 0-GleNAc i 4> RERAF (AR H 25 R A . R 1T 40
e 1 8 40 W 4 7% MAFLD S 2 7 Py 385 % 1 i
i BETRR AL T 6E P T R DNA A5
o R B 22 B S R 1, H O-GleNAe & ik - 1) 5 2% 71
T2 R B A 0 A AL N B — R A 3 1
T R o PR 2 PR I 2 R 7 SRR BT i 5 B 0
S, B3 U T AR A RE R AR DRSS ST
W], MAFLD /N UK J 58 3 FF M v, 200k 44 26 11 14
O-GleNAc MK - 25 TH 5 , T ke s 4ob PR R Rk A 4
LA RIS i R A T~V IEZA T
FEPIESE R OGT FYJEY) , O-GleNAc 164 1T B 422 4 45 5%
T A T M, TR T S = BRI T A 5 TS
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SRR A BRI R AR R s R K
I 47 4RI DNA 235 19 8 1 o 9k B 7 2 35 Y
O-GleNAc &4 , $i7m i B M 7 I 42 Aok AL v 499 9 o
ff a2,

6 O-GlcNAc 84 5 FFeF 4L R TR R

0-GleNAc B 5 1k 1& i Xt B &2 R 40 fi2 (hepatic
stellate cell, HSC) {5 A AT FH S ILAE 2 4 A i Je vh i
YEM H 2552 21060 . BF9E R U], 7621 4e b sh i i A
Hi, HSC B9 O-GleNAc B i A S 25 T o, 4R il e T4 2 R -
22 5 1R - *F M & R 5% 12 5 H 2 (alanine-serine-cysteine
transporter 2, ASCT2) ZE LR 18 85 H O-GleNAc &1 3
SR BRI, ASCT2 755 122 /3 2 MR (Thr122) b1
O-GleNAc M AR i 1T AR AR e 1, b fle ot 1 HBE
Wiz UG, ISR 1 48 2R 1z iy A1 HSC A AR 7k
X4 5 3 HSC i AL 3R AU At B, G045 7 WL 3)
o RIK T 5 FURE LA 16 U I, e 24 Bl AT 21 4
TR SR B4 PR P AR ASCT2 (Y SE 30 25 5 R 1, H:
O-GleNAc &M 8/ B b 25 I il 27 4E A i g, 327
B MiTE HSC TG Ak S 2 difb b A SCHER] . ik —2D
153 FHLEMH TR 75, OGT 7E HSC i o i85 5 s P -1
1fiL 3 W2 B F (serum response factor, SRF) fit) O-GlcNAc
B K-, of B 45 HSC TG ik . FARIM 7, OGT /-5
(¥ SRF O-GleNAc & 1 BE W 41l il SRF 149 e % 3 1 , 7E 10
FEAROC B LT AR A JE -1 UL 2R 1 o Y3 . AR,
OGT &5 T s A F 1 O-GleNAc B iy /b, W 2> i
B35 SR 410 £ L A2 E HSC T Ak 5 I J5L 28 11 B Al
T T T 4 AR 86 s LR BT, OGT K A S 1Y
O-GleNAc & 7F 445 HSC # 1 RS R il 21 4 Ak rh 2
AGAER

I3 24 L AT 17 2 R4 A AR L A5 49 ) Sd ik OG-
TFF2 4l [A] 342 3 HSC i1k . #F5E & BL, OGT sk 2k i JiF
A TFF2 73006 2 355 E ), 5 o 0 i/ AR 5 AR
K752 1% B AR 530 % , (2 HE HSC i3 58 5 1T F5 , 4 5
HAE AR . X — WL A8 7R T 40 LS HSC 2 [6]
A5 5 28 0B E i, W T OGT 76 45 £ 4E AL oA
B R B I, 0GT & HA % ) 0-GleNAc
BN ) HSC AR Bf 195 4 , 3838 28 9081 45 248 e 53 0k
PR 7~ [B] e Al TP T e ALt AR o I Ak, MAFLD AHOCHIF 5T
7R, LIM 25 0 BRI IL3h & 11 455 2 1 (LIM domain
and actin-binding protein, LIMA1 )Y O-GleNAc 141 7K S
Tt i B AR HE 200 B i o (0, I3 Ao 40 L & A 3o 1%

PE— 2 B HSC, W T Bl S8 0 R £F AL HE R0,
— RIHEIR , O-GleNAc B i A UAE HSC H A HEAEH  if
A 3 A 200 L[] 5 3 8% Ml T A AL S R R
WFFEIA & 3, OGT F1 OGA F:[a] 45 0-GleNAc & ifii
(7K F-, 575 19 O-GleNAc 184 5 i 4 i 43 fb e 1 T £F
AL S IR TE U VIR G o 2o S 40 i RNA 40 A
55 AR S0 OGT mib /I BRAR U AR 5% & B8, OGT SRk
SR I HIE 2854, R 590 3 500D % ik 0 1P 40 o e
W R R A A AL S A R . 2Bt
IS5 R, OGT Bk al g HEAb 2415 S 1O P & 2, £
Bl 5 LT AEAL AN Y es JCHRAR U5 530 B A 3800 5 T3S o
O-GleNAc &4 U RE A5 il JF 98 1) &2 i o I IRAEAS 43 #r
[FIRE % R, 9 5 T 21 40 O-GleNAc 1B g 4 12 2k
FEIR O-GleNAc B4 13/ 5 98 & Az AU T s %% V1) AR
P S R B R T 0-GleN Ac 81 Xt 41 I 431k
JRE A ARSI RV E T SR i el 3R O-GleNAc
BT B A B T8 MAFLD A G 8 1 & A

7 O-GlcNAc ATYE 4 MAFLD B EE MR EYM 5497
A

7.1 O-GleNAcH £ F a A A MBEEH R
O-GleNAc 1B Ry —Ff sh 25 vl 386 () 4 14 5 B0 R 181
OGT 1 OGA B3k Sl Pk 554 5 Z2 Mg g IR 28 %5 DI AH
5, A AR 2 Wiks 8 W AR T #0 s . Bl A AF g
3 o 20 A5 AR 2 22 5 75 B, MAFLD f8 5 i v
OGT ik i, 38U [ T & 0-GleNAc B 17K - Tt
1, X — U 5 R TR AR L RRE B T S AL R B 2% ]
M5B A, OGT 4~ 519 LIMA1 25 11 0-GleNAc &
AT I 4 MR BT L 52 MAFLD ) F . BFoE 3R
B, OGT K HE# & 11 (40 LIMA1) 9 O-GleNAc & i 7K
- AW 1R MAFLD 2 7 K i i Wl i =l 4= A1k
YibrE. IR, 55 A ARS8 & B, TP6K 1 Btk 2 T BUNR
JHFZH 2T O-GleNAc B 7K - 5 2 FAIK, I 52 ma e s i 2
I 4 % B AR [F] H2 R, 0-GleNAc &4 1 25 8 75 MAFLD/
NASH I %096 HLA by 3o 2 S B s Ay 123 SR T , If
T O-GleNAc FHOC R 1) & IR HL 45 2 4%, K
N 2 5 R0 R S AN R BRI T I PR R . kA
O-GleNAc &1 by sh &4 1k, Z k& REPREE L Fh
FA BN T AR R R A e . Sk, R A 22K
G54 AN AR Chn it 7 /NS IA) 4T O-GleNAc 18 i 2
FIERE I . 94, BF 5 % B MAFLD 58 3 I I LIMAT1
1Y O-GleNAc &M 7K1 5 H L iE Hh % LIMA 1 2 F1 K
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S ELAT B E AR DG, X R LT LIMA AT B4 Sy S ke A
JIE O-GleN Ac IR 25 ¥ 78 A R s 2
7.2 3T O-GleNAc 154569 MAFLD 254y - & HHI,EF
XFOGT FOGA 4 Bl 176 14 38 55 550 i if e F= B4 vt /Ny
00 AR ) B T B A 3 A R v g
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